presence of adrenergic axons within the sphincter of Oddi of the cat and dog was demonstrated using the glyoxylic acid-induced fluorescence histochemical method. After vagotomy (in cats), no reduction was observed in the number of the adrenergic axons or in the fluorescence intensity. It is concluded that the sphincter of Oddi receives direct adrenergic neural control derived from the sympathetic plexuses and ganglia, whereas the vagal contribution of adrenergic axons is negligible, if it exists at all.
There is a great deal of convincing physiological, pharmacological and experimental surgical evidence for the sympatho-adrenergic neural control of the sphincter of Oddi (see e. 
RESULTS
A rich distribution of single fluorescing varicose adrenergic axons and small nerve fascicles was observed within the sphincter of Oddi in both the dog and the cat. The nerves partly followed the course of blood vessels as typical perivascular fluorescing nerve plexuses, while the rest were obviously "free" nerves, i.e. not related to the blood vessels ( Figs. 1 and 2 ). After vagotomy, no reduction was observed in the number of adrenergic axons or in the intensity of fluorescence (cf. 
DISCUSSION
In the present study, fluorescing varicose axons were demonstrated within the sphincter of Oddi of the cat and the dog using the glyoxylic acid-induced fluores cence histochemical method, suggesting direct adrenergic neural control of the sphincter. Reserpinization caused (in cats) the disappearance of fluorescing axons, confirming that they were reserpine-labile adrenergic axons. These observations agree with the results of Grapulin et al. (1968) , Kyosola (1973) and Kyosola and Rechardt (1973) , whereas they are to some degree dissentient with the conclusion of Baumgarten and Lange (1969, 1970) and completely contrary to the findings of Tansy et al. (1974) who failed to demonstrate histochemically an adrenergic nerve supply to the sphincteric region of the dog, and, consequently, were "reluctant to support hypotheses which presume an active control of the stability of the choledocho-duodenal junction by either intrinsic or extrinsic muscular action". Since vagotomies did not affect the fluorescing axons, the conclusion is that the vagal contribution of adrenergic axons to the sphincter of Oddi is, at least in the cat, negligible, if it exists at all, and that consequently the fluorescing varicose axons in the sphincter of Oddi are, mainly at least, derived from the sympathetic plexuses and ganglia. 
